Amplification of platelet response during acute inflammation in rats.
Enhanced aggregation of platelets was observed in platelet-rich plasma, but not in washed platelet suspension (WPS), during acute inflammation in rats. Incubation of WPS with inflammatory plasma increased the aggregatory response to ADP, but the plasma itself did not cause aggregation of platelets. It potentiated the aggregatory response of normal platelets, when platelets were stimulated with arachidonic acid, thrombin, calcium ionophore A23187 or phorbol-12-myristate-13-acetate. Pretreatment of rats with indomethacin (10 mg/kg) did not prevent the increased aggregation response of platelets due to inflammation. This response was not due to any of the biogenic amines nor was it due to platelet factor 4. The activity of the inflammatory plasma was reduced when it was incubated with phospholipase A2, indicating the involvement of platelet-activating factor (PAF). The activity was present both in the lipid and the protein fraction of the inflammatory plasma. The results indicate that a substance(s) released in the circulation during inflammation renders the platelets hyperactive. This substance appears to be a protein which is present in the inflammatory plasma and acts together with PAF to cause increased aggregation of platelets.